The aim of our study was to investigate whether MRI can yield evidence for vascular lesions in sus pected vascular parkinsonism . Therefore, we at tem pted to determ ine w hether (1) The 10 hypertensive patients (6 men and 4 women; mean age, 70 ± 2 years; mean duration of hypertension, 18 ± 13 years) were selected consecutively from the out patient department of internal medicine. They had nei ther parkinsonism nor gait disorder and met the exclu sion criteria as described above. All patients gave in formed consent prior to the examination in accordance with institutional guidelines, Procedures, All patients and controls were examined by one investigator (J.C.M.Z,), who assessed severity of arm and leg rigidity in accordance with the Unified Parkin son's Disease Rating Scale,28 severity of hypokinesia using a pegboard test as described in a previous study, 29 In patients with dementia11,45* 46 or in whom men tal impairment was not excluded,47 the presence of gait impairment was associated with SCLs. We did not find a significant correlation between the sever ity of symptoms in the SVP patients and the vol ume or location of SCLs, probably because of the rather low SCL volume in our slightly affected SVP patients.
Thompson and Marsden9 and FitzGerald and Jankovic10 suggested that the parkinsonism in pa tients showing deep white matter lesions on MRI or CT m ight be due to subcortical ischem ia.9,10 However, in a previous study48 with proton mag netic resonance spectroscopy in SVP patients, we could not detect metabolic signs of ischemia (in creased lactate) in the deep white matter or in the striatum. Meguro et al49 reported impaired circula tion in brains with severe SCLs, although oxygen metabolism was not measurably affected. Vascular parkinsonism is probably due to multiple acute is chemic microinfarcts resulting in neuronal cell loss, while, later on, lactate normalizes by diffusion and active transport and mechanisms appear that com pensate for the decreased oxygen supply resulting from decreased circulation. 49 The location of SCLs mainly in the w atershed areas indeed indicates their ischemic nature.
In conclusion, we showed that SVP patients had more SCLs than patients with PD and hyperten sion. This suggests a causal relationship between SCLs and parkinsonism in our patients with SVP. We observed two types of vascular parkinsonism: one had an insidious onset and vascular lesions that were diffusely located in the watershed areas; the other had an acute onset and lesions located in the subcortical gray nuclei (striatum , globus pal lidus, thalamus). To prove the accuracy of clinical symptoms and SCLs in the diagnosis of vascular parkinsonism, postmortem examination studies of SVP patients are necessary.
